Nodular regenerative hyperplasia of the liver is an uncommon disorder, the main consequence of which is portal hypertension, hepatocellular decompensation being uncommon. A case associated with membranous glomerulonephritis is reported, in which death was caused by fulminant hepatic failure.
Introduction
Membranous glomerulonephritis occurs in association with neoplasms of several organs (Lee Yamaucki and Hopper, 1966) and also with nonmalignant hepatic lesions including HBs and HBe antigenaemia (Takekoshi et al., 1979) , primary biliary cirrhosis (Rai et al., 1977) , alcoholic cirrhosis (Callard et al., 1975) and chronic active hepatitis (Cogan, Graber and Connor, 1977 (control 13) . Immunoglobulins: IgG 15-25 g/l (9-5-16-5), IgM 1-55 (0-65-2-00), IgA 6-90 g/l (0-90-4-50). HBsAg was negative. Alphafoetoprotein was 59 MRC units/ml (up to 6 may be insignificant). C3 0-84 g/l (0-8-1-4). C4 0-38 g/l (0-1-0-4). Urinary protein excretion was 1-6g/24hr. Blood, urine and sputum cultures were sterile as were skin swabs. Chest X-ray was normal. IVP but no true hepatitis. Immunoperoxidase staining for alphafoetoprotein was negative but carcinomembryonic antigen was detected in the needle biopsy liver sample.
Discussion
Nodular regenerative hyperplasia (NRH) is an uncommon hepatic lesion of which portal hypertension is the main consequence. Manifestations of severe liver failure are usually absent but associated features include rheumatoid arthritis; the calcinosis cutis-Raynaud's phenomenon-sclerodactyly-telangiectasia (CRST) syndrome; bacterial endocarditis; and monoclonal gammopathy (Rougier et al., 1978 
